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Abstract

e The eye serves critical visual functions. However, the
occurrence of diseases such as diabetic retinopathy and
age - related macular degeneration
impairment. O - glycosylation, as an important mode of
protein modification, affects the structure, stability, and
function of various ocular proteins. Recent studies have
found that O-glycosylation has a dual role in the eye. On
one hand, its normal presence maintains ocular surface
barrier function and retinal photoreceptor survival. On the
other hand, aberrant O - glycosylation mediates the
pathological processes of ocular diseases through
activating signaling pathways and regulating gene
expression. Moreover, the crosstalk between O -
glycosylation and phosphorylation contributes to the
complex mechanisms underlying these
pathologies. This review summarizes the physiological
protection and pathological mechanisms of three types of
O-glycosylation in the eye, and explores the therapeutic
prospects for ocular diseases. It further envisions future
integration  with technologies such as
nanodelivery to provide targeted therapeutic strategies,
facilitating the transition from theory to practice.
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MR A RS T B R B, O R B e i ph
st A KA ARS8 AR DTSSR i D g IR
A R AR T 3300 ARG IE 4 R R B Zh RE 225G
HY O-WHEALB M R R BRI ENT ,N-2
Pkl FLBE B (N —acetylgalactosamine, GalNAc) N-Z [
% BEIE ( N —acetylglucosamine, GleNAc) | H &5 I 25 Fl 5
MBS b A i 2 480 I 2 R TR (R I5 R L 22 AR ) 1% 4%
TE T R R O M 3R AR AR S 2R 1 B0 ) 18 M
(protein post—translational modifications, PTM ) fixE & %
PRy —2& TR P 4540 R D RE A iR ) 5 518
1 D B s S T LA R Y AR SGE A O-
WA AR R AR ) A ORI VE R A Lk HC e 48 45 IR I
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P IE 5 DIRE , 705 B A2 bR 5T O -l B A 55 MR AR 0 114
KR HPIRIRIT AR

1 O-HEE N ERMEEER

1.1 O-GalNAc BEEWX SRR IRFBRE A+ 51y
RREE I, E S A 25 R D ST g AR B R I R A
PR O=GalNAe HHE A8 1 2 R R A6 2 1 e Y
PTM , 7] g 25 SR BERIE 254 fof 2 1 ELA 6 H for SRR
0-GalNAc ¥ERAL # 7 = /R SR & A, DURTE R N—-
CEREA BN (uridine diphosphate N-acetylgalactosamine,
UDP-GalNAc) JBi{i{A . UDP-GalNAc #£ N-Z. k4 2
P RS ( N-acetylgalactosaminyl transferase, GalNAc—T
N4 GALNT) ZERIEAAERTE 4% = Ser/Thr 1B
BRI R L X R B B S E 5 GalNAc
SCHAB BARE S 5, JE— A0 S A 7 Az RO [R) O AZ 0 25 4
(corel=8) """ HRFEEEME 11 A T e 54 B & & Ser/Thr 44
BRI BRI )T R A R B LA corel (2 HER
0-GalNAc BE#E™ . GalNAc—T FKWEHEVE R O-GalNAc Hi
FACRIG W B, A EIR R Z R E e anffrh . M
KAFFE R FEMR & b b GalNAc—Ts 19434 HA 4l
RN (RS S0 B4, GalNAC—T3 434 T4 A~ IR
F LA, T GalNAc—T4 1 GalNAc—-T2 435Il 7E £ i
AN T o 20 S22 L IC A M 2 b ook o X R R S
At Ok AN [6) 4 B 2 789 K% 43 )2 v AE A 1Y G A AT
O-GalNACHHIEAIEMG . Wi ERAL A IS T8 B0 W 5 3
PSR A K, By IR T HRE b B Al = A s
IR 1 MUC4 Fl MUCI6, — 3% B 45 ¥ 38 b 77 76 K
O-HHBE"  1E43 BRI MUC4 MUC16 /BRI b 3
Wi T MUC4 MUC16 1485 2% 5 250 240 Jifd B B D) RE 32 401, 52
M 25 155 5 7 S b R iR ST R AR R O — M
TEAESFIR R R R D RE  HIRAE0 1 M A W 1R 3 55 0 1 & 4%
HEAE

1.2 O-GIcNAc #EEH 5/AZ  0-CleNAc HKLfL 2 —Fh
TR BE A T SRS A 32 B AR AR AN R T A0
BRGR A, X P& i 7 X2 B O - GleNAc % % il
(0O-GleNAc transferase, OGT) #1 O - GleNAc 7K fif fiff
(0-GleNAcase, OGA) 43515 5 IR 1T — B MR -N- LBt # 4
B ¢ (uridine diphosphate N — acetylglucosamine, UDP -
GlcNAc) BRI AT =Bt 2 . 0—GleNAc BERLALA1E R 40
WL E TS24, 2 515 518 A0 S NI N 5
B BFSE R I, 0—GleNAcylation i 3 AKT jil % &
FEBU AL BE PR B f R P B2 4R . OGA 1 il 3 42
1 AR IS B2 20 M B O — GleNAcylation 7K - J807% AKT 3 %
J& B AT HE AN BTG T A RSO AR B A FE IR ROS K
SR RIER] . AL, O-GleNAce HiEALIE 2 5 ff
N E B AN LR Al A IR b 2 BRBE DI BE . McColgan
YN 1 W 1 N7 N e ) N
a2l 0-GlcNAcylation KT, OGA FHI 57 Thiamet G
RN MUC16 ik $ w5 b B2 W BH /R B O-GleNAc
WEIEACAE AL 501k A NS - R 240 P %) ¢ B ) g vh & 4 o
BAEM . AR AR A SR HLTRIR B B B 7 i — 2B F
SEW B, TR A RIE bR AR Y 2 — B g IR JE I
o ( TNFa) Fr i 2 BAIK OGT B33k, B O—-GleNAc Hi %
feEME R, OGT MB i MUCL6 35 TR & B>

SECE B A0 B RS2 A, 3 T BE S T IR AY SRAE N ORI
AR,

1.3 O-HEMENXEMWE 1Emzlsh¥ b o-HEa bk
ek T N BT M, H A BT O - H B OB B AL 1
( protein O—mannosyltransferase 1, POMT1) 5[/ o0-H
T ELFE R 2 (protein O—mannosyltransferase 2, POMT2)
HRMFEE SHE S . POMTL/2 A AL RS Kl
BEREIR H @505 2 Ser/Thr |, I H38 3 US AN [R] (4 FOpk 2
— B A BS54 M1 M2 M3 i 8 10—
AT EEWE B-1,2-N- LBt 4 Wi % 4 il 1 ( protein O
linked mannose B-1,2—N —acetylglucosaminyltransferase 1,
POMGnT1) L O - H 25 % & M (%0 M1l M2) &
W WFSE R L, POMGnT1 . POMT1 & POMT2 ¥ 1E 0 L,
Sl 1 R IO 5 R SO AR i v AT e 3k 2 BT I R K SR
MMAEAER O- HERBE AL B MR R Y L LM -
WS FEA R AH B A (a—dystroglycan, a-DG) & O-H
FERAL B A S 1, «—DG B IE # M (L 4 5 5
W REGIRRSZ AR BE . A WF5E & BLAN I A1 B8 B 2 1 PAT HR
[E1VE 4 (eyes shut homolog, EYS) 5 O—T g8t FeAk 5= 1y
BT RMELS A B TR Z B 2 B IR 2 5
15 B H POMGnT1  POMT2 2875 B T fa A5 A | B 1 )
I «=DG 1Y O~ sa WHHL A B 1 ok 72 ol 15 5 o SROMR 1) ke
&, X FECEYS 3 KT REAR K Sk A4 2 B E LR
e, I HL& A B AN AT A0 B R R T, 2R B O—H Bk
FAGE AT EYS B FHE AR XDOCRZ SR B A &
KEZMER,

AN[E RN O-WEHE AL AR 70 IR T A 44 36 A [m] (1Y) E 2L
AVERT . O— W FE 1k S Y S R ¥ A= B 6 L L3R 1
SR AR AR FRORAP AR T 1E 3 O— M Sk B A, 2 84 7k
S B S B A Bt s T TT  R SRR A A
i 2 g B JR S BB I R A . PRG3R 5 i — 20 B 7
RFRLEIE T O—MEBLAL K- 72 AL, 48 7R 3 10 O kAL
B A 0 AR
2 O-tEENERTHWREEA
2A BERFMWAERE B IR AL M BE 22 ( diabetic
retinopathy , DR) JE W IR F & I & T HR S8 B WL 1 90
AL AR AL IO JIEE O O™ R ) AR S e AR
PRI, DR S0 S A IV, 28 SE FIURE SR AL 7 0 38 hn 45 Bl
], S ORI B A PN B AR B sz A S B AR BT A T
A LA T R A 28 T B) R R A S5 BLRRAE Y L BFT R
B, DR & FHLE 5 O-GleNAc BFERAL A BV X R, C
Wi I W) A B8 42 ( hexosamine  biosynthesis pathway,
HBP ) 2 ) 7 A8 10 LAt 3 3o 4 I8 A e 4% 7 A= UDP —
GleNAc 128 0—-GleNAc B A0 i AR 7 = 1t p
BOE IR HBP AU, 5 308 1 BT O-GleNAc B3k 1b 1y
SR, Gurel %870 75 5% JR 90 Bk B /N BUAP & B A 9
O-GleNAcylationZKF-7E 6 J&l i i T 4 W 14 hn . JF H &
B O-GleNAcylation 7KV (134 55 587 A= 48 E 180 A 1% BR IR
WL 3% %W 0-CleNAcylation 54 5 DR i HLd 2,
211 SUEBRRERE 16 DR & Rt R, &k
8 (oxidative stress, OS) FlARAE b & RGN R, BT
ROS i B 7 A R A5 S 1) 45 A AR g 42 57 W2 = B 08
AR SRR T AL O PN R A B Miiller 24
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1 O-HEENWLBFRMAEEEALL
FHIE 0-GalNAc #iIEAL 0-GleNAc AL O-H# WAL
RAFRAL R A AT Al A RN LR A BT
JEYBE LA UDP-GalNAc UDP-GleNAc Dol-P-Man
AT GalNAc-T KGR i 0GT POMT1 . POMT2
TE W25+ HE— 2 TR A% O RE 25 G, NS — S BBt 2B I K OERE SR M1,
(corel-8 ) M2 M3
A HYE 0-GalNAc FEILALIEI B 1ZE R O-CleNAc #E3ELALIET AKT YT O-H M@ EYS BHE

PR I B 2K P R BB S A5
HR A |5 o D) RE A5 )5 T

FA RN 20 ; O-GleNAc Btk 2 5
FARE T R A 2R o1k 5 B T e

PRSP I R R AZ 2 B A7

JH 25 R A2 98 DR~ T 35 R 100 DO 8 P A i 7 8
RAEMALER 2 20 IR T I B IR AL 2, 30F — 25 in i DR
R ) I ) RE 0-GleNAcylation 1 135 9 7 5& [A]
RIKZ Gk Lo BERL TR A 200 W AR R 1
HIPERIGE AW elFAF (1 elF4E eIFAG Fl elF4A 41 1) 75
mRNA 5 8254 240G, TR SEAZ BEIA T L . 4E-BP1
R—MEAMHERBERFLEAEA, EELS
eIFAE 255K B 1L BRI 2 & W) eIFAF I9TE L™, #
KA 5E % B = bE R E L M b 4E - BPL B9 O -
GleNAcylation, fii Ho 5 eIF4E ) 45 & 3 m™ . Dierschke
4:PUAE DR H 0-GleNAcylation #4558 4E-BP1 5 eIF4E fiY
454 H £ Fh 2k R /K mRNA B 3% K SF F B (40 SoD2 .
Tufm) I AEREAS,  F I S 2040 AR SR Zohr A 4
64 F% ROS 7= A= 38 . 4AE-BP1/2 Bl Fa /N BUE 5 0 1
B3 T ROS AKCFAIXT AL, X K W] O-GleNAc BEH: AL L
5 4E-BP1 5 elF4E 254 R E 5 2Rk mRNA #1%S
5 DR H 0S, AL, 78 Dierschke 25 1 J5 £k 50 86 4
B 0-GleNAcylation it #F CD40 mRNA i 30 3T 48 E L
N, Miiller 2l i i CD40 /9 3R 35 )& DR 4 4 (1 49K 8y [
Z ) EEET 0 -GlcNAcylation 738 i # Miiller 48 A
T CD40 ) mRNA ) #11%, JF H LR EFRicY —F A
A2 BRI, XJEH T 0-GleNAcylation 5 4E-BP1
5 eIF4E W45, 10 il W 4061 1 B 125 AT 9K 3l CD40 JE 4K
FAPE BT AR 0 . AE AE-BP1 St 2 /)N B 20 i vp a] BH
IEHEHSE S ERa R, BMEZ,0 —GleNAcylation
I 4E-BP1 98 i ok 8 48 3k PR 3 K 5 i A 0L 8
S S, SERIHESE DR B2 M A AR

212 MEREMEMIBG 76 DR, HL I I P 52 40
L %) 453 47 2 G R R A R P A 0o BT, 2R IR I 4
PEVEE A IR A P 2E KB U AR IS I IR
204 BRI, O-GleNAc B AL 5 HAth PTM 77 7E 30
BRI U HR SRR A 2 8] 09 & 2 4E F LT oK 3 %5
DR H il P K i 5t 4% . O —GleNAcylation 5 B R 1k 78
AT 1 B AR AL, 1T 36 e 1 b 25 5 A TR AN [ 1)
FEPR IR IE B AR B s AR S VR FH L Hippo i 8% 1%
DN 53 F A Yes IR EE H  ( Yes —associated protein 1,
YAP) FIE: 5 G T ( transcriptional co — activator,
TAZ) ™", Lei 25" % B 7E WL I 12 10045 P9 Sz 40 b YAP
Y T383 i i K O—GleNAc EMHHE 25, 0—GleNAc & o
WS YAP/TAZ 55 DR g Az s AR, 76 s b B ) ik
T ,YAP (%) T383 &4 O-GleNAc &M HE T4 S397 (15
TRk, XA YAP (93Z ZAbuk /D, 1958 YAP AR E A

846

RS AT WO T T A A e PR S 500 T I 1t 76 1N B 24
PRUSE B | LGS S 2 20 3 4 58 R vk S R R B . S
0 YAP AR AOFE AT , Liv 45 76 DR A 2% BIMLAS )
K24 O - GleNAcylation F 57 £ [n] 8 7 % 32 25 A 43
(connexind3, Cx43) 0 B 2E H A BB b /K, Cx43 T
E R BB H Occludin 5 Z0-1 K, FEUNE B
T BRI 1 — 40 0 58 57 B D) fig . 3X 5 O—-GleNAce R 1k
TE Cx43 KA sEF B4 5¢, 0-GleNAcylation 9 F+
1R AT BESE PR IM ] Cx43 1Y G B 22 2 IR bk B | sl i o g2
T R SRR IR R A , A5 PN B AN L A B i
He St M Z B, 1€ DR 1 O-GleNAc BEEEAL S B IR AL 1 £
AR AR IS A B BB I 5 o 5 2k R DIy B DAL LG 38 1)
TER IS T RE N DR BRI HEALE RS
21 3RBRMMIRG  FOL BRI L Rk 28 AR VA
DR R T A 0, 28 AR AT ART AT UL %) 00 o g 2
ZHGH O R AR O S R R 1 A 2 T A
FEERANE, 0 DR 235 | E O A M AR 2o ts DL 4R
JRIBET=" Dong %1% 8L DR 22 52 g 't 40 i op 5t
Wi-6-Wi R 2 KL 5L BBl ( glutamine ; fructose — 6 — phosphate
amidotransferase, GFAT) Fll O—GlcNAcylation Tk, [H
Af s BRAR 8 T2 11 Bax F2IRHE N A0 BLTE 1 R LA R AR )
IR L 3 A L S £ AR ELAE 2R 1 (thioredoxin —
interacting protein, TXNIP) TEAEZA 0=GleNAc &4 5 s
FE =T 52 5] O-GleNAcylation 7K1 3l 1952 0 M I
W, 458 GFAT/TXNIP-0-GleNAc B4 {5 5 Hli7E
DR H A B2 i 240 B 0 T 0 D b 2 iR AT PR AR Y
BUHAE I Imdad 45 0 3E — 25 #8 52 Txnip/Trx 5
O-GleNAcylation #1 H. /E JH #L #l., i A & & 1
(thioredoxin, Trx) J&—Ff SCEEAY A AL 19 8 1, 7E 0
FLEY A SUrp s Fak , Txnip BOA A —F S Trx 254
AR LT, AT A0 ] Trx 06 R R DI RE . 78 DR H Txnip
H £ 0-GleNAcylation/K X4, 17 Txnip 1) 5 523k 2 E—
HAEHE O-GleNAcylation [ HE A K | JE 8 1E S 26
RUESCY 15, FER P A DR AR A A , Txnip EVEE Trex
HOE K B AR, R T B TR & AR 88
O-GleNAcylation , NI & FERHZ AR P VR T, P O B 235 4 T
O-GleNAc fEHi7E DR H A4 1 0 B s 22 453 493 91 5 1L i 7T
eI o S B GFAT b k1M $2 5 O - GleNAcylation 7K
3 Beig Txnip 5 0-GleNAc B4 1Y 1E S 1G 3 , 2 Trx
MR, SR OGREZ AR IR T

HATE X O-BESEE4L7E DR s BHLHIFE FH i o 32 22
LI O-GleNAc &40 3 (H A 2235 &K B, GALNT2 i 1 1



Int Eye Sci, Vol.26, No.5 May 2026 https.//www.ijo.cn
Tel;029-82245172 85205906 Email :ij0.2000 @ 163.com

T EGFR BB R LR S 2E Wi m P (s ik, 2 5
DR Y &A= 17 | FLRAR GALNT2 T 40 e 5 | s ) 00 190
JBC I A5 P B AR T SR, IR TR O—GalNAe BE3Efk
GIASE— BRI AR AL

22 AR EENT MY B A R4 R g
W EE RN E, fFEEE T i F2MERFEUN
PHAS T 398 4 00 O S 1, o Sk 2 A T s R A R
B IRURE: | B AT I8 K G 1 #5 BE 728 M (age —related macular
degeneration, ARMD ) , X J& #Z 4 N LB A9 & TR A,
ARMD 5% 1 R4 1R J55 (%) #5 BE [X 3 S 20 e 4 7 38 7 32 40
ARMD 1 & A= ML AL 56 Mg B AR 8 5 % L A B3R L L ¢
E SR 25 WFSE R O-GleNAc BEJEAL7E ARMD Y9
FRHLH B XCE T IhAE . Zhao %50 % BEAE LI [ 5 %
i H O-GleNAc HiFEAL AT, A BT OGA ik b,
HEIT O-GleNAc HlHRAL AT /D ROS 724, Wi 414 48 Ak 1o
WO B . SR, Zhang 257 7E 1 NalO, 5§
HIR AN ARMD #58 oh % 3 O—GleNAcylation 7K - o8 i
A3 o X A U Y 2B 75 (GRPTS) AT 1B, B
I Iz Rk FaE GRPT5 BY i, M7 AR kR
A 5 PR J5 O JE5 %) S5 5 T2 i, e TG 9 E M R P 2 4
FET, A2 F ARMD Ry, il B OGT 41 il 571 /] B A%
GRP75 Mg e M dE mim i LR ALSl 2, #2785 0-GCleNAc
WEIEAL AT VE I FEIRYY ARMD FYFE A,

X PRI s 1 4518 1T RE 5 S 0 I R A R [ A
5K, Zhao %R ASRIEEAR NSRS AT ST . 3K Rl
K718 vk 5 R oGA b R K E A
0-GleNAcylation7K - T i ( A WA B Fl e 2 85 F1) L4
650 1) 25 BRI N AL AL 0 AR B B,
£ NalO, 21 )35 5 T, OGT . 0—GleNAcylation T 5 5
# GRP75 BEME U i s A M FE T, 2L F 959 0F 8 v
JAREEMY B, 3% ARRTE ARMD 19 & i P, 0~ GleNAc
FEILAL AT BEAF7E— > BRI 2056 B 0 S e 72 SR T H
A A B B ARMD H 0-GleNAcylation 7K - 8l 2578
b B AE S A LA, A Dk T 38 e ARG 0 5 i A R AN ] o [ B
0-GleNAc 84k 458 AR B Br O—GleNAce 184 8 F A
FORIRTEA Y 25, MIRYT ARMD 258 WS
23 MMERETHE KGR DM (retinitis
pigmentosa, RP) J&—7Figt P I Bl 22 1R A TP 20 ,
O AT T AL I R 1 i ZEAR B, 32 7 B
TS B RE IR Y RP AR S 7 B K H A 4 44y

REFAAETERAESE S IEYE  J5 # AR IR FB S H
A2 % B 90 N3[R5 RP A1 Patel 257 LU
“HIEA AR AR RP B F AL R A B 5T 5 42, &
POMGnT1 JER 2828 0209 TP HA BURIER . =Mk IR
TR AL B RPN LN I 4 240 S AR AR UUE L S
WNHWNBESE, JH H o 3 R & 3 POMGnT1 1 81
WA Ze A8 53 AR ¢ 751+ 1G>A & ¢.1010T>C(—FhHi
RIRTRE SO M AR 5 ) o X Ho At 5% A B 1) ik R AT 4y
MG K& B2 505 LA G o R B PR U T 3 AT, R A2 SR 114 I
BURHEAR WU e d . POMGnT1 J22 5 0-H &k it
PR B AL EE , R AR R O- H BRI IL Bk X
Al REE RP W EEBUR LS Z —, O- B A7 AR &8 1905
A ELAARBLE W% 2,

3BT R

BAFHERBMFTEF TH (diry eye disease, DED) J&=—7Ff
PAE RS AS J A A R AE A IR 38 5 L0 , 2 TR 3 4 S 4K
4ZJ\L56J . BH Bk 4 ( proteoglycan 4, PRG4/lubricin) B—
P v PR AR O RE MR AR 1, FE R R R ¥ A SRR ) R P A
Y PRGA HL R R S SR 12 B SEAL A S5
KZ1/3 | core 1,2 f) O-GalNAc BHEZH ™, 0-
GalNAc &M ffi PRGA FLA7 i85 BE SR K % i i AP 2 55
FRAE R —Fh R SR 1 321 S ¥ 5], Samsom %570 HE
4 B ON 540 i AR A5 2 K # 41 A PRG4 (- recombinant
human PRG4, thPRG4) , H. 5 K%k PRG4 H A — 2 #4E
) O—-GalNAc HEZE A, - HLZR B 3 [a] (% AR 2 1 s e
RS, E—TR R g ) thPRG4 5 0. 18% 355 WA Jit
FRENAH L , 1T A7 850040 38 H 33 SUIR 53 47 2% (0D 68.4% , 0S
73.5% ,P<0.01) ZlE 8% (0D 76.8% .0S 75.4% ,P<0.05)
KA (0D 73.9% . 0S 74.3% , P<0.02) 4 A~ 38 i IR .
thPRG4 38 GERFAC A B 4 1F 4 (0D 43.8% .0S 50.0% , P<
0.05) FIIZE-K TH RS A% ZL0 ] ( OS 63.8% ,P<0.01) ., Jf HAE
il R R WA AN R W &, N T AR E
FIBER & Y AEIRTT DED F A2 80 1258, A B p
RE YA FRE AR MR KRB A Y O-FHEEZE 1,
T 2 48 15 S K P R W . Trosan 25 4 B [a] Ha 77
BIBER AW, R H 7SRO SR A W0 7E 0.01% J5i 2 (AR A
WRE TR X AR RS B A0 A F B R A M s R A L T

B A BSAS AR R SRR E M AF I BR AN SEAM I R
HHIGYTDEDSN, H i 2 5 H 7 A5 2 B T LU IR

®2 O-HREUERBHFRENS

HARHLHI

DR 0-GleNAc BEEAL LIS 4E-BP1 5 eIFAE 455 K JH#2bifk mRNA #13%25 0S
0-GleNAc FERALAEHE Miiller ZHEH CD40 mRNA B BLIG S8 RE i
0-GleNAc BRI LI YAP/TAZ 5537 A 1 A ALK 3 1 4 ) g e fiadt Jie
0-GleNAc BHELAL B [ 15 Cx43 235 MR 1 — 400 19 FEE 57 % 1)) g
GFAT/TXNIP-0-GleNAc EM{5 S HlI7E DR /i3 0087 25 40 M 04 T Rl i Bpp 23R A 7 1A
Txnip 5 O-GlcNAc FEEEAL Y IE SR IESR , 230 Tix TRESIAE DR Rz 38081

ARMD

M O-GleNAc BEFEALTTI /D ROS 7= A HRAH S AL I

0-GleNAc BEIALXT GRP75 HEAT B4, Fa 2 GRP7S il 1R, M A2 1t 2 1A RH 56 PN I I 1) S T/ i e 4 3 38504 g
FET- {2 ARMD i &
RP POMGnT1 JEH 5748 33 O H Ee b AL fb ik T B 8L RP 19 &L
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